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Before:  Alice M. Craft 
   Administrative Law Judge 
 

DECISION AND ORDER GRANTING BENEFITS 
 

 This proceeding arises from a claim for benefits under the Black Lung Benefits Act, 30 
U.S.C. § 901 et seq.  The Act and implementing regulations, 20 CFR Parts 410, 718, 725 and 
727, provide compensation and other benefits to living coal miners who are totally disabled due 
to pneumoconiosis and their dependents, and surviving dependents of coal miners whose death 
was due to pneumoconiosis.  The Act and regulations define pneumoconiosis, commonly known 
as black lung disease, as a chronic dust disease of the lungs and its sequelae, including 
respiratory and pulmonary impairments, arising out of coal mine employment.  30 U.S.C. § 
902(b); 20 CFR § 718.201 (2003).  In this case, the Claimant, Nora L. Horne, alleges that she is 
the surviving dependent of David Horne, whose death was due to pneumoconiosis. 
 
 I conducted a hearing on this claim on April 30, 2003, in Abingdon, Virginia.  All parties 
were afforded a full opportunity to present evidence and argument, as provided in the Rules of 
Practice and Procedure before the Office of Administrative Law Judges, 29 CFR Part 18.  At the 
hearing, Director’s Exhibits (“DX”) 1-26, Claimant’s Exhibits (“CX”) 1-2 and Employer’s 
Exhibits (“EX”) 1 (in part), 2, 6, 7 8 and 9 (in part), were admitted into evidence.  Transcript 
(“Tr.”) at 21-25, 28.  Employer’s exhibits 3-5, and those portions of Employer’s exhibits 1 and 9 
which exceeded the limits provided by the regulations for the admission of evidence by the 
parties were excluded. Tr. 21, 28.   No testimony was taken, as Claimant indicated her intent to 
submit her case for decision on the record, a request to which neither the Director nor Employer 
objected.  Tr. 31.  The record was held open after the hearing to allow the parties to submit 
additional evidence and argument.  I hereby admit the medical report of Dr. Stephen T. Bush, 
submitted by the Employer under cover letter dated May 16, 2003, as EX 10.  The Employer and 
the Director submitted closing arguments, and the record is now closed. 
 
 In his post-hearing brief, the Director requested that EX 7, the transcript of the deposition 
testimony of Dr. Wiot, previously admitted without objection, be excluded as exceeding the limit 
for evidence provided in the regulations.  The Director concedes that he failed to object to the 
evidence at the time of the hearing.  As ample opportunity was provided at the hearing to raise 
objections to the evidence, the Director’s request to strike this evidence is denied. 
 
 In reaching my decision, I have reviewed and considered the entire record, including all 
exhibits admitted into evidence and the arguments of the parties. 
 

PROCEDURAL HISTORY 
 
 David Horne filed two claims during his lifetime.  The first, filed on June 13, 1983, was 
denied after a formal hearing held before Administrative Law Judge Giles J. McCarthy.  In his 
Decision and Order dated January 27, 1989, Judge McCarthy found that Mr. Horne had 
established the existence of pneumoconiosis, but failed to establish total disability due to 
pneumoconiosis.  DX 1 (DX 33-33).  In that case, the Employer conceded the existence of 
pneumoconiosis.  DX 1 (DX 33-32, DX 33-33). 
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 Mr. Horne filed his second application on March 26, 1998.  It was granted by the District 
Director of the Office of Workers’ Compensation Programs (“OWCP”).  The Employer 
appealed, but then agreed to accept liability, and commenced paying benefits. DX 1.  Mr. Horne 
died on February 17, 2002. DX 3. 
 
 Mrs. Horne filed her claim on February 28, 2002.  DX 2.  The District Director issued a 
Proposed Decision and Order on September 16, 2002, granting benefits, in response to which the 
Employer filed a timely request for a hearing.  DX 15, DX 17-19, DX 22.  The claim was 
referred to the Office of Administrative Law Judges for hearing on November 27, 2002.  DX 26. 
 

APPLICABLE STANDARDS 
 
 A surviving spouse is entitled to benefits if the miner died due to pneumoconiosis which 
arose out of coal mine employment.  See 30 U.S.C. § 901; 20 CFR §§ 718.205 and 725.212(a)(3) 
(2003).  In claims filed after January 1, 1982, death will be considered to be due to 
pneumoconiosis if (1) competent medical evidence establishes that the miner’s death was due to 
pneumoconiosis; (2) pneumoconiosis was a substantially contributing cause or factor leading to 
the miner’s death, or the death was caused by complications of pneumoconiosis; or (3) the 
presumption set forth at 20 CFR § 718.304 applies, i.e., an irrebuttable presumption that death 
was due to pneumoconiosis where there is medical evidence of complicated pneumoconiosis; but 
not if (4) the miner’s death was caused by a traumatic injury, or the principal cause of death was 
a medical condition not related to pneumoconiosis, unless the evidence establishes that 
pneumoconiosis was a substantially contributing cause of death. 20 CFR § 718.205(c) (2003).  
The Fourth Circuit, in which this claim arises, has held that any condition that hastens the 
miner’s death is a substantially contributing cause of death.  Shuff v. Cedar Coal Co., 967 F.2d 
977 (4th Cir. 1992).  This principle has now been codified in the regulations at 20 CFR § 
718.205(c)(5) (2003).  The Claimant has the burden of proving every element of entitlement by a 
preponderance of the evidence.  See Director, OWCP v. Greenwich Collieries, 512 U.S. 267 
(1994).  
 

ISSUES 
 

 The issues contested by the Employer are: 
 
1. Whether Mr. Horne had pneumoconiosis as defined by the Act and the regulations.1 

                                                 
1 Although the Employer conceded that Mr. Horne had pneumoconiosis in his claims, it is 
contesting that issue in Mrs. Horne’s survivor’s claim.  The Claimant did not challenge the 
Employer’s right to contest this issue before me.  In any event, in Collins v. Pond Creek Mining 
Co., 22 BLR 1-229 (2003), the Benefits Review Board noted that generally an employer is 
collaterally estopped from relitigating the issue of whether pneumoconiosis is present if (1) there 
is a prior decision awarding benefits in a miner’s claim, and (2) no autopsy is performed in the 
survivor’s claim.  However, in Collins, the Board upheld the administrative law judge’s decision 
to deny the application of collateral estoppel because the miner had been awarded benefits in 
1988, when evidence sufficient to establish pneumoconiosis under one of the four methods set 
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2. Whether his pneumoconiosis arose out of coal mine employment. 
 
3. Whether his death was due to pneumoconiosis. 
 
DX 26; Tr. 6-7. 
 

FINDINGS OF FACT AND CONCLUSIONS OF LAW 
 

Factual Background 
 
 Mr. Horne testified at his 1988 hearing that he worked in the mines from July 1948 to 
May 1983.  DX 1 (DX 33-32).  The Employer has stipulated that Mr. Horne was a coal miner for 
a total of 34 years. Tr. 6.  This stipulation is supported by the evidence, and I so find.  Mr. 
Horne’s last coal mine employment was in Virginia.  DX 1, DX 5.  Therefore this claim is 
governed by the law of the Fourth Circuit.  Shupe v. Director, OWCP, 12 B.L.R. 1-200, 1-202 
(1989) (en banc).  In September 1975, Drs. W. Pushkin, William Revercomb and Andrew 
Goodwin, sitting as the Occupational Pneumoconiosis Board of West Virginia, found Mr. Horne 
to be suffering from occupational pneumoconiosis in advanced stage with 20% pulmonary 
functional impairment. DX 1 (DX 33-25) (DX 33-6).  Mr. Horne was still working at that time.  
He quit work at age 55 in 1983 because he was feeling breathless when he tried to work.  He 
smoked for about 20 years until he quit in 1979 or 1980.  He thought he averaged one-half pack 
per day, because he worked underground.  DX 1 (DX 33-32).  
 

Medical Evidence 
 
Chest X-rays 
 
 Chest x-rays may reveal opacities in the lungs caused by pneumoconiosis and other 
diseases.  Larger and more numerous opacities result in greater lung impairment.  The following 
table summarizes the x-ray findings available in this case. The existence of pneumoconiosis may 
be established by chest x-rays classified as category 1, 2, 3, A, B, or C according to ILO-U/C 
International Classification of Radiographs.  Small opacities (1, 2, or 3) (in ascending order of 
                                                                                                                                                             
out at Section 718.202(a) obviated the need to do so under any of the other methods.  Since that 
time, the Fourth Circuit issued Island Creek Coal Co. v. Compton, 211 F.3d 203 (4th Cir. 2000), 
which requires that all types of evidence be weighed together to determine whether the disease is 
present.  As a result of the Fourth Circuit’s ruling in Compton, the Board held in Collins that “the 
issue is not identical to the one previously litigated” and collateral estoppel did not apply.  In the 
instant case, the Employer’s stipulation to the presence of pneumoconiosis made in 1989 and, in 
effect, reaffirmed when the Employer agreed to assume liability for benefits in 1999, occurred 
before the Fourth Circuit issued its decision in Compton.   Presumably the Employer’s decisions 
not to contest the existence of pneumoconiosis in the miner’s claims were informed by the state 
of the law at the time the decisions were made.  I see no reason to treat a stipulation differently 
than a decision on the merits in applying Collins.  Thus I conclude that collateral estoppel does 
not apply. 
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profusion) may classified as round (p, q, r) or irregular (s, t, u), and may be evidence of “simple 
pneumoconiosis.”  Large opacities (greater than 1 cm) may be classified as A, B or C, in 
ascending order of size, and may be evidence of “complicated pneumoconiosis.”  A chest x-ray 
classified as category “0,” including subcategories 0/-, 0/0, 0/1, does not constitute evidence of 
pneumoconiosis.  20 CFR § 718.102(b) (2003).  Any such readings are therefore included in the 
“negative” column.  X-ray interpretations which make no reference to pneumoconiosis, positive 
or negative, generally given in connection with medical treatment, are listed in the “silent” 
column. 
 
 Physicians’ qualifications appear after their names.  Qualifications have been obtained 
where shown in the record by curriculum vitae or other representations, or if not in the record, by 
judicial notice of the List of A and B-Readers issued by the National Institute of Occupational 
Safety and Health (NIOSH).  If no qualifications are noted for any of the following physicians, it 
means that I have been unable to ascertain them either from the record or the NIOSH list.  
Qualifications of physicians are abbreviated as follows: A= NIOSH certified A-reader; B= 
NIOSH certified B-reader; BCR= board-certified in radiology.  Readers who are board-certified 
radiologists and/or B-readers are classified as the most qualified.  See Mullins Coal Co. v. 
Director, OWCP, 484 U.S. 135, 145 n. 16 (1987); Old Ben Coal Co. v. Battram, 7 F.3d 1273, 
1276 n.2 (7th Cir. 1993).  B-readers need not be radiologists. 
 
 Current regulations contain limitations on the quantity of evidence, including the number 
of x-ray readings, the parties may submit in support of their positions.  Mrs. Horne’s survivor’s 
claim was filed after the effective date of the regulations, and is therefore subject to those 
limitations.  Mr. Horne’s claims, on the other hand, were filed before the limitations were in 
effect.  As a result, many x-ray readings were admitted into the record of Mr. Horne’s claims, 
now found in DX 1.  Furthermore, many x-rays of Mr. Horne’s chest were taken in conjunction 
with his hospitalizations.  All of the x-ray interpretations in the record appear in the table below.  
However, the Claimant submitted no x-ray interpretations which have been classified according 
to ILO-U/C International Classification of Radiographs (as required by the rules to constitute 
evidence of pneumoconiosis) in support of her survivor’s claim.  The Employer, on the other 
hand, submitted many more negative x-ray readings than allowed by the rules.  As noted above, 
readings in excess of the number allowed by the rules were excluded from evidence in 
accordance with objections raised by the Director and the Claimant.  Three x-ray readings by Dr. 
Jerome Wiot submitted by the Employer and admitted into evidence in the survivor’s claim have 
been highlighted in bold print on the chart. 
 
 Dr. Wiot, who is board-certified in radiology and a B-reader, was deposed on March 28, 
2003.  EX 7.  Dr. Wiot testified that he teaches B-reader courses; served as the American 
representative to the ILO, having worked on the classification system; and has been a consultant 
to the Commission of Pathology Standards, developing pathology standards for pneumoconiosis.  
He found no evidence of pneumoconiosis.  Mr. Horne did, however, have “terrible chronic 
obstructive pulmonary disease.”  He also had some changes consistent with old tuberculosis, 
some calcified granulomas and some change within his lingula, the latter probably being a 
manifestation in relation to an inflammatory process in the past, such as pneumonia.  Dr. Wiot 
also found severe emphysema and cor pulmonale.  If Mr. Horne had never had tuberculosis, then 
Dr. Wiot opined that the changes seen could be histoplasmosis, or any of the other 
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nongranulomatous disease processes.  Dr. Wiot opined that Mr. Horne did not have simple coal 
worker’s pneumoconiosis.  He also found no evidence of complicated pneumoconiosis, stating 
that Mr. Horne did not have any small opacities, and “you can’t have large opacities without 
having small nodules, and he has no small nodules.”  EX 7 at 27. 
 

Date of 
X-ray 

Read as Positive for 
Pneumoconiosis 

Read as Negative for 
Pneumoconiosis 

Silent as to the Presence 
of Pneumoconiosis 

02/04/74 DX 1 (DX 33-18) 
Nelson A 
  3/1, A 

  

09/23/83 DX 1 (DX 33-19) 
Cunningham B 
  1/2 

  

10/11/83 DX 1 (DX 33-20) 
Milner BCR 
  unclassified 

  

08/02/84 DX 1 (DX 33-20) (DX 
33-19) (DX 33-16) 
Milner BCR 
   2/2 

  

09/17/84 DX 1 (DX 33-17) 
Gaziano B 
  2/2 

  

09/03/85   DX 1 (DX 33-31) 
Kondroski 

03/19/87 DX 1 (DX 33-31) 
(DX 33-25) 
Hodous B 
  1/0 or greater 

  

11/21/87 DX 1 (DX 33-30)  
(DX 33-31)  
Eryilmaz A 
  1/2 

  

04/23/92 DX 1 (DX 5) 
Coburn A 
 unclassified 

  

04/27/92   DX 1 (DX 5) Coburn A 
05/09/92   DX 1 (DX 5) Coburn A 
04/22/93   DX 1 (DX 5) Coburn A 
02/20/95 DX 1 (DX 5)  

Eryilmaz A 
  unclassified 

  

04/18/96  DX 1 Scott B, BCR 
DX 1 Wheeler B, BCR 
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Date of 
X-ray 

Read as Positive for 
Pneumoconiosis 

Read as Negative for 
Pneumoconiosis 

Silent as to the Presence 
of Pneumoconiosis 

10/31/97 DX 1 (DX 19)  (DX 5) 
Robinette B 
  1/1, A 

DX 1 (DX 32)  
Scott B, BCR 
Wheeler B, BCR 

DX 1 (DX 19) (DX 5) 
Humphreys 

12/22/97  DX 1 (DX 32) 
Scott B, BCR 
Wheeler B, BCR 

 

04/27/98 DX 1 (DX 8) 
Forehand B 
  1/0, A 
DX 1 (DX 9)  
Lippman B 
  1/2, A 

DX 1 Scott B, BCR 
DX 1 Wheeler B, BCR 

 

06/02/98  DX 1 Scott B, BCR 
DX 1 Wheeler B, BCR 

CX 2 Crawford 

07/22/98 DX 1 (DX 27) 
DePonte B, BCR 
  1/1, A 

DX 1 (DX 32) 
Scott B, BCR 
Wheeler B, BCR 

 

01/03/99   CX 2 [Motos]2 
02/03/99   CX 2 [Motos] 
03/07/99   CX 2 [Motos] 
12/16/99   CX 2 [Mitchell] 
06/04/00   CX 2 [Motos] 
09/21/00 CX 2 [Motos] 

  unclassified 
  

11/01/00  EX 1 Wiot B, BCR CX 2 [Motos] 
12/10/00   CX 2 [Motos] 
12/17/00   CX 2 [Motos] 
02/20/01 CX 2 [Motos] 

  unclassified 
  

04/04/01   CX 2 [Motos] 
06/20/01  EX 1 Wiot B, BCR CX 2 [Motos] 
02/06/02 CX 2 Iosif B 

  unclassified 
EX 1 Wiot B, BCR CX 2 Patel 

 

                                                 
2Mr. Horne was hospitalized at least 13 times between January 1999 and February 2002.  All of 
the x-rays in the table for that period were taken during his hospitalizations.  Only one of the 
radiologists’ reports of those x-rays (Dr. Patel’s report of the February 6, 2002, x-ray) was 
included in the exhibits.  However, Mr. Horne’s treating physicians recited the x-ray findings in 
their discharge or consultation summaries. Readings of x-rays taken during hospitalizations for 
which there are no separate radiology reports are indicated by brackets around the treating 
physicians’ names. 
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Biopsies 
 
 Biopsies may be the basis for a finding of the existence of pneumoconiosis.  A finding of 
anthracotic pigmentation is not sufficient, by itself, to establish pneumoconiosis.  20 CFR § 
718.202(a)(2) (2003).  Section 718.106(a) provides that a biopsy report shall include a detailed 
gross macroscopic and microscopic description of the lungs or visualized portion of a lung.  If a 
surgical procedure was performed to obtain a portion of a lung, the evidence should include a 
copy of the surgical note and the pathology report.  The Benefits Review Board has held, 
however, that the quality standards are not mandatory and failure to comply with the standards 
goes only to the reliability and weight of the evidence.  Dillon v. Peabody Coal Co., 11 B.L.R. 1-
113, 1-114 (1988); see Dagnan v. Black Diamond Coal Mining Co., 994 F.2d 1536, 1540-1541 
(11th Cir. 1992).  Section 718.106(c) provides that “[a] negative biopsy is not conclusive 
evidence that the miner does not have pneumoconiosis.  However, where positive findings are 
obtained on biopsy, the results will constitute evidence of the presence of pneumoconiosis.”   
 

There is no probative biopsy report in evidence in this case.  On May 19, 1992, a flexible 
fiber optic bronchoscopy with Wang needle aspiration of pretracheal node was performed to 
evaluate left lower lobe infiltrate.  CX 2.  The finding by Dr. Jeffrey Dale Sargent was “normal 
endobronchial examination.”  Handwritten reports attached to Dr. Sargent’s report indicate no 
endobronchial lesions.  A report by pathologist Dr. J. C. Coogan indicated a diagnosis of an 
infiltrate “essentially blood,” negative for malignant cells.  According to Dr. Perper, a board 
certified pathologist, there was no lung tissue in the slides.  CX 1.  Dr. Fino, a pulmonologist, 
testified at his deposition that the slides obtained during the bronchoscopy were of no benefit in 
determining the presence or absence of occupational lung disease.  EX 8. 
 
Autopsies 
 
 An autopsy may be the basis for a finding of the existence of pneumoconiosis.  No 
autopsy was performed in this case. 
 
Pulmonary Function Studies 
 
 Pulmonary function studies are tests performed to measure obstruction in the airways of 
the lungs and the degree of impairment of pulmonary function.  The greater the resistance to the 
flow of air, the more severe the lung impairment.  The studies range from simple tests of 
ventilation to very sophisticated examinations requiring complicated equipment.  The most 
frequently performed tests measure forced vital capacity (FVC), forced expiratory volume in 
one-second (FEV1) and maximum voluntary ventilation (MVV). The following chart 
summarizes the results of the pulmonary function studies available in this case.  “Pre” and “post” 
refer to administration of bronchodilators.  If only one figure appears, bronchodilators were not 
administered.  In a “qualifying” pulmonary study, the  FEV1 must be equal to or less than the 
applicable values set forth in the tables in Appendix B of Part 718, and either the FVC or MVV 
must be equal to or less than the applicable table value, or the FEV1/FVC ratio must be 55% or 
less.  20 CFR § 718.203(b)(2)(i) (2003). 
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Ex. No. 
Date 

Physician 

Age 
Height 

FEV1 
Pre-/ 
Post 

FVC 
Pre-/ 
Post 

FEV1/ 
FVC 
Pre-/ 
Post 

MVV 
Pre-/ 
Post 

Qualify? Physician 
Impression 

DX 1 
(DX 33-
19) 
09/26/83 
Abernathy 

54 
70”3 

3.39 
3.60 

5.39 
5.59 

62% 
64% 

119 
139 

No 
No 

Obstructive 
component to 
airflow through 
small airways 
Per Dr. Fino and 
Dr. Tuteur, lung 
volumes in error  

DX1 (DX 
33-12) 
08/02/84 
Taylor 

55 
71.5” 

3.04 5.52 55% 104 No  

DX 1 
(DX 33) 
05/04/87 
Hodous 

Not 
recorded 

2.71 5.26 52%  No Per Dr. Fino, a 
nonconforming 
study, no 
tracings 

DX 1 
(DX 5) 
06/02/92 
Shrader 

63 
70” 

2.15 4.30 50% 81.6 No Moderate airway 
obstruction. 
Low FEV.5 
suggests poor 
initial effort 

DX 1 
(DX 5) 
04/04/95 
Shrader 

66 
70” 

1.78 
1.81 

3.25 
3.45 

54% 
52% 

70.4 
73.0 

Yes 
Yes 

Moderate airway 
obstruction.  
Low FEV .5 
suggests poor 
initial effort 

DX 1 
(DX 19) 
(DX 5) 
10/31/97 
Robinette 

69 
69” 

1.21 
1.35 

3.59 
3.70 

34% 
36% 

 Yes 
Yes 

Very severe 
obstructive lung 
disease with 
severe 
impairment of 
the diffusion 
capacity 

                                                 
3 The fact-finder must resolve conflicting heights of the miner recorded on the ventilatory study 
reports in the claim.  Protopappas v. Director, OWCP, 6 B.L.R. 1-221, 1-223 (1983); Toler v. 
Eastern Assoc. Coal Co., 43 F.3d 109, 114, 116 (4th Cir. 1995).  As there is a variance in the 
recorded height of the miner, I have taken the average height (69.9”) in determining whether the 
studies qualify to show disability under the regulations. 
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Ex. No. 
Date 

Physician 

Age 
Height 

FEV1 
Pre-/ 
Post 

FVC 
Pre-/ 
Post 

FEV1/ 
FVC 
Pre-/ 
Post 

MVV 
Pre-/ 
Post 

Qualify? Physician 
Impression 

DX 1 
(DX 4) 
04/27/98 
Forehand 

69 
69” 

1.03 
1.13 

2.91 
2.88 

35% 
39% 

34 
38 

Yes 
Yes 

Obstructive 
ventilatory 
pattern.  Per Dr. 
Michos, a valid 
study but sub-
optimal effort on 
the MVV 

 
Arterial Blood Gas Studies 
 
 Blood gas studies are performed to measure the ability of the lungs to oxygenate blood.  
A defect will manifest itself primarily as a fall in arterial oxygen tension either at rest or during 
exercise. The blood sample is analyzed for the percentage of oxygen (PO2) and the percentage of 
carbon dioxide (PCO2) in the blood.   A lower level of oxygen (O2) compared to carbon dioxide 
(CO2) in the blood indicates a deficiency in the transfer of gases through the alveoli which may 
leave the miner disabled.  The quality standards for arterial blood gas studies are found at 20 
CFR § 718.105.  The following chart summarizes the arterial blood gas studies available in this 
case.   A “qualifying” arterial gas study  yields values which are equal to or less than the 
applicable values set forth in the tables in Appendix C of Part 718.  If the results of a blood gas 
test at rest do not satisfy Appendix C, then an exercise blood gas test can be offered.  Tests with 
only one figure represent studies at rest only.  Exercise studies are not required if medically 
contraindicated.  20 CFR § 718.105(b).  
 

Exhibit 
Number 

Date Physician PCO2 
at rest/ 

exercise 

PO2 
at rest/ 

exercise 

Qualify? Physician 
Impression 

DX 1 (DX 
33-19) 

09/26/83 Abernathy 30 
28 

94 
87 

No 
No 

 

DX 1 (DX 
33-25) 
(DX 33-
20) 

11/07/83 Bluefield 
Community 
Hospital 

35.7 61.7 Yes Per Dr. Gaziano, a 
valid study 

DX 1 (DX 
33-15) 

08/02/84 Taylor 34.2 82.2 No  

DX 1 (DX 
33-30) 

12/03/87 Modi 29.6 80.6 No  

DX 1 (DX 
19) (DX 
5) 

10/31/97 Robinette 30.9 59.0 Yes Chronic 
intercurrent 
hypoxemia.  
Profound oxygen 
desaturation with 
minimal exercise 
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Exhibit 
Number 

Date Physician PCO2 
at rest/ 

exercise 

PO2 
at rest/ 

exercise 

Qualify? Physician 
Impression 

DX 1 (DX 
7) 

04/27/98 Forehand 31 
28 

58 
51 

Yes 
Yes 

Resting and 
exercise-induced 
hypoxemia. Per 
Dr. Michos, a 
valid study 

CX 2 02/06/02 Clinch 
Valley 
Medical 
Center 

39.8 62.2 No Taken on 
admission to 
hospital while on 
supplemental 
oxygen 

 
Medical Opinions 
 
 Medical opinions are relevant to the issues of whether the miner had pneumoconiosis and 
whether pneumoconiosis caused the miner’s death.  A determination of the existence of 
pneumoconiosis may be made if a physician, exercising sound medical judgment, 
notwithstanding a negative x-ray, finds that the miner suffers from pneumoconiosis as defined in 
§ 718.201. 20 CFR §§ 718.202(a)(4).  Thus, even if the x-ray evidence is negative, medical 
opinions may establish the existence of pneumoconiosis. Taylor v. Director, OWCP, 9 B.L.R. 1-
22 (1986).  The medical opinions must be reasoned and supported by objective medical evidence 
such as blood gas studies, electrocardiograms, pulmonary function studies, physical performance 
tests, physical examination, and medical and work histories. 20 CFR § 718.202(a)(4).  The 
record contains the following medical opinions relating to this case.   
 
 Typed treatment notes from May 1983 to April 1984 found in DX 1 (DX 33-25), 
identified only by the initials “JAM,” appear to be Dr. Joseph A. Mack’s, who was Mr. Horne’s 
treating physician at that time.  On May 16, 1983, Dr. Mack noted Mr. Horne was 

 
S. In for follow up for breathing difficulty.  He has been a miner of 35 years duration 
and a smoker 10-15 years, ½ pack per day.  He stopped 3 years ago.  He states he is no 
longer able to do his job because of increasing shortness of breath which is made 
particularly worse if he has to stoop over and has any pressure on his diaphragm. 
 
O. The breath sounds are markedly reduced.  There is prolonged expiratory phase 
with diffuse wheezing.  Poor diaphragmatic excursion.  [Illegible] respiratory. … 
 
A. Progressive respiratory distress. 
 
P. The pt. will not be allowed to return to work.  Will go ahead and arrange for 
further evaluation and consider medication after we have these tests. 

 
On May 25, 1983, Dr. Mack noted that pulmonary function tests showed “moderate severe 
obstructive airways disease.”  DX 1 (DX 33-25).  In a handwritten note dated that same day, Dr. 
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Mack stated that Mr. Horne could no longer perform gainful employment because of his “resp 
problems.” DX 1 (DX 33-13). 
 
 Dr. Mack continued to follow Mr. Horne through follow-up visits every one or two 
months.  On July 26, 1983, Dr. Mack’s records indicate that Mr. Horne had had several episodes 
of near syncope, usually associated with heat.  On August 24, 1983, he was stable.  DX 1 (DX 
33-25). 
 
 On September 21, 1983, Dr. Mack’s notes indicate Mr. Horne was complaining of 
difficulty with his breathing and stated: 
 

CWP [coal workers’ pneumoconiosis], he really does not have a significant smoking 
history.  He has smoked 15-20 years (1/2-1 pack per day, but not for the past 3 years).  
Progressive SOB [shortness of breath] causing disability. 
 

DX 1 (DX 33-25). 
 

 Dr. Robert Abernathy examined Mr. Horne on behalf of the Employer on September 26, 
1983.  Dr. Abernathy is board-certified in internal medicine.  He reported 35 of coal mine work 
and a smoking history of three-quarters of a pack per day, Mr. Horne having quit three years 
before the examination.  Carbon monoxide levels confirmed he was a non-smoker.  Based upon 
his examination, which included the taking of histories, chest x-ray, blood gas study and 
pulmonary function testing, Dr. Abernathy concluded that Mr. Horne suffered from coal 
worker’s pneumoconiosis, chronic bronchitis, hypertensive cardiovascular disease and reversible 
bronchospasm.  DX 1 (DX 33-19).  In response to additional questions, Dr. Abernathy opined 
that Mr. Horne had coal worker’s pneumoconiosis, some chronic bronchitis and evidence of 
some asthma.  In his opinion, the Claimant was not disabled from coal mine work.  DX 1 (DX 
33-27). 
 
 Dr. Mack’s notes reflect additional monthly visits from October 1983 to March 1984.  
His assessments included COPD, pneumoconiosis, and rule out angina.  DX 1 (DX 33-25). 
 
 Dr. J. Brookins Taylor examined Mr. Horne on behalf of the Department of Labor on 
August 1, 1984. He recorded coal mine employment from 1961 to 1983, and a cigarette smoking 
history lasting for twenty years at the rate of one-half of a pack per day, Mr. Horne having quit 
smoking in 1978.  Based upon his examination, which included the taking of histories, Dr. 
Taylor diagnosed black lung which he found to be related to coal mine dust exposure.  DX 1 
(DX 33-14).   
 
 After Dr. Mack moved away, Mr. Horne was under the care of Dr. Ramon Motos from 
1985 until his death in 2002.  Dr. Motos is board-certified in family practice.  DX 1 (DX 33-31) 
contains treatment records from Dr. Motos dating from 1985 to 1987.  Those pages which are 
handwritten are mostly illegible.  The records which can be read reveal that Mr. Horne suffered 
from chest pain and shortness of breath.  In the earliest record dated January 10, 1985, Dr. Motos 
indicated that Mr. Horne claimed to have a history of black lung and was applying for benefits 
and SSI.  
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 In September of 1985, Mr. Horne was admitted to Humana Hospital Clinch Valley 
suffering from chest pain. Chest x-ray revealed COPD with mild interstitial fibrotic change 
diffusely through both lung fields, and evidence of old granulomatous disease without interval 
change in appearance of a nodule at the left base since 9-12-80.  The final diagnosis from Dr. 
Motos included (1) unstable angina pectoris; (2) sinus bradycardia; and (3) chronic obstructive 
pulmonary disease.  DX 1 (DX 33-31).   
 
 Mr. Horne was hospitalized again at Humana in April 1987, suffering from back pain and 
grossly bloody urine. The final diagnoses by Dr. Motos included (1) cystoprostatitis; (2) urinary 
tract infection, etiology E. Coli; (3) chronic lung disease; and (4) arteriosclerotic heart disease. 
DX 1 (DX 33-31).   
 
 Dr. Gregory Fino reviewed the medical evidence of record for the Employer, providing a 
report dated December 15, 1987.  Dr. Fino is board-certified in internal medicine and pulmonary 
disease.  Based upon his review, Dr. Fino found sufficient objective medical evidence to justify a 
diagnosis of simple coal worker’s pneumoconiosis. He found no respiratory impairment to be 
present.  DX 1 (DX 33-38).  Dr. Fino submitted a supplemental report dated January 21, 1988.  
Based on review of additional medical evidence, he concluded there was chronic bronchitis and 
bronchospasm related to cigarette smoking, and could not rule out asthma.  It did not change his 
opinion that Mr. Horne’s problems were unrelated to coal mine dust exposure.  DX 1 (DX 33-27) 
 
 Dr. Peter Tuteur reviewed the medical evidence for the Employer, and issued a report 
dated January 19, 1988.  Dr. Tuteur is board-certified in internal medicine and pulmonary 
disease.  Based upon his review of the medical evidence, Dr. Tuteur concluded that Mr. Horne 
did not have clinically significant or physiologically significant coal worker’s pneumoconiosis.  
Dr. Tuteur noted that Mr. Horne had chest radiographs which were most often interpreted as 
consistent with coal worker’s pneumoconiosis.  Dr. Tuteur found Mr. Horne to be suffering from 
arteriosclerotic heart disease manifested by an old myocardial infarction and recurrent angina 
pectoris despite medical treatment.  In his opinion, it was this condition which was producing 
Mr. Horne’s respiratory symptoms.  Any disability suffered by Mr. Horne was due to ischemic 
heart disease and not to a primary pulmonary process.  DX 1 (DX 33-27).   
 
 On April 21, 1992, Mr. Horne was hospitalized at Tazewell Community Hospital with a 
long standing history of COPD and pneumoconiosis.  Dr. W. Eric Shrader, who had never seen 
Mr. Horne prior to his admission, stated that Mr. Horne had a long history of pneumoconiosis 
and COPD, with a long history of underground mining and tobacco abuse.  Mr. Horne was 
admitted with a one week history of increasing dyspnea and cough with purulent sputum.  The 
primary discharge diagnoses included (1) severe left lower lobe pneumonia; (2) chronic 
obstructive pulmonary disease; (3) benign prostatic hypertrophy; and (4) status post varicose 
vein stripping.  DX 1 (DX 5).   
 
 The record contains progress notes from 1992 and 1995, wherein the physician’s initials 
are listed, with no indication as to who the physicians are or what medical office is involved. On 
April 29, 1992, “WES,” probably Dr. Shrader, saw Mr. Horne a day after he was released from 
the hospital, and changed his medication.   By May 11, his pneumonia had cleared up, and he 
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was comfortable at rest but had some dyspnea on exertion.  When he still had some left lower 
lobe infiltrate on May 13, he was referred to Dr. Dale Sargent for a bronchoscopy.  After the 
bronchoscopy, on May 22, Mr. Horne was diagnosed by “SRR” to be suffering from 
pneumonitis, left chest, and COPD.  He prescribed further antibiotic therapy until Mr. Horne 
could see Dr. Sargent and Dr. Shrader again.  Mr. Horne continued to see Dr. Shrader for follow-
up in June and July, by which time he had improved.  In October 1992, Mr. Horne presented 
with probable hemorrhagic cystitis, and was referred for a urologic workup.  The next note is 
dated April 22, 1993, and states only “ER chest pain.”  The next note after that is dated February 
20, 1995, and states only “Admitted TCH,” an apparent reference to the hospitalization described 
in the next paragraph.  DX 1 (DX 5).   
 
 Mr. Horne was hospitalized at the Tazewell Community Hospital from February 20, 1995 
to February 22, 1995, after complaining of shortness of breath. He had had an upper respiratory 
infection for which he had been seeing Dr. Motos, his regular physician. The primary discharge 
diagnoses by Dr. Shrader included (1) acute bronchitis complicating COPD; (2) pneumoconiosis; 
(3) benign prostatic hypertrophy; and (4) history of varicose veins with a stripping procedure.  
DX 1 (DX 5). 
 
 Dr Shrader saw Mr. Horne for follow-up in March, April, May and July of 1995.  He 
continued to treat him for COPD and pneumoconiosis, which he characterized as “significant 
lung disease,” as well as an ear infection, allergic rhinitis and benign prostatic hypertrophy.  DX 
1 (DX 5). 
 
 Dr. Emory Robinette examined Mr. Horne on October 31, 1997. Dr. Robinette is board-
certified in internal medicine and pulmonary disease.  He took occupational, social, family and 
medical histories, and conducted a physical examination, chest x-ray, blood gas studies and 
pulmonary function testing.  Forty years of underground coal mining and a smoking history of 
three-quarters of a pack per day from 1958 to 1981 were recorded.  Based upon his examination, 
Dr. Robinette concluded that Mr. Horne was suffering from complicated coal worker’s 
pneumoconiosis and very severe COPD with severe impairment of the diffusion capacity with 
chronic hypoxemia and exercise induced oxygen desaturation.  In his opinion, Mr. Horne was 
disabled from working as a coal miner.  It was his opinion that Mr. Horne suffered from severe 
pulmonary disease as a consequence of his prior coal mining employment.  DX 1 (DX 5).    
 
 By letter dated December 10, 1997 to Dr. Jose Piriz, Mr. Horne’s cardiologist, Dr. 
Robinette stated that Mr. Horne had a profound obstructive ventilatory defect with a severe 
impairment of his diffusion capacity and evidence of oxygen saturation with minimal exercise. 
Dr. Robinette expressed his opinion that Mr. Horne would benefit from continuous supplemental 
oxygen at 2 liters per minute at rest and increasing to 3 liters per minute with exertional activity.  
DX 1 (DX 5).  Dr. Robinette wrote to counsel for Claimant on December 10, 1997 as well.  
Therein, he reviewed his examination of Mr. Horne in October of 1997, and reiterated his 
opinion that Mr. Horne suffered from complicated pneumoconiosis with a profusion abnormality 
of 1/1, predominant p/t opacities with category A mass in the right upper lobe.  He also found 
very severe COPD with severe impairment of the diffusion capacity with chronic hypoxemia and 
exercise induced oxygen desaturation to be present as noted above.  DX 1 (DX 19) (DX 5).   
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  A follow-up office visit to Dr. Robinette on January 15, 1998 reveals that Mr. Horne was 
put on supplemental oxygen.  Dr. Robinette stated his continued opinion that Mr. Horne suffered 
from complicate pneumoconiosis and was totally disabled on the basis of his severe pulmonary 
disease.  DX 1 (DX 26) (DX 5). 
 
 Records from the clinic operated by the Clinch Valley Physicians, Inc., which included 
Dr. Motos and Dr. Piriz, are in the record at CX 2.  In a Progress Record dated April 2, 1998, Dr. 
Motos recorded that the Claimant was seen with shortness of breath, wheezing and sinus 
congestion and nasal drainage with watery eyes for the past several days.  His impression was (1) 
COPD with acute exacerbation; (2) allergy; and (3) osteoarthritis.  Dr. Motos prescribed multiple 
medications and inhalers, which continued throughout his treatment, with occasional changes. 
 
 A report of an office visit on April 16, 1998, reveals that Mr. Horne was seen by Dr. 
Emory Robinette for follow-up of his underlying progressive massive fibrosis and coal worker’s 
pneumoconiosis.  Mr. Horne had lost weight, and was more dyspneic on simple tasks.  DX 1 
(DX 19).   
 
 Dr. J. Randolph Forehand examined Mr. Horne on behalf of the Department of Labor on 
April 27, 1998. Dr. Forehand is board-certified in pediatrics and allergy and immunology.  Dr. 
Forehand recorded a cigarette smoking history of half a pack per day from 1945 to 1980.  Based 
upon his examination, which included the taking of histories, a chest x-ray, pulmonary function 
testing and blood gas studies, Dr. Forehand diagnosed (1) chronic bronchitis/emphysema; (2) 
complicated coal worker’s pneumoconiosis; (3) rule out tuberculosis; and (4) rule out 
malignancy.  Dr. Forehand found the etiology of the diagnosed conditions to be cigarette 
smoking and coal dust exposure.  He found that a significant respiratory impairment existed, 
rendering Mr. Horne totally and permanently disabled.  Dr. Forehand explained as follows when 
asked the extent to which each of the diagnoses listed contributed to the impairment: 
 

A history of cigarette smoking for 35 years and working underground coal mining 
for 37 years (21 years before dust controls) have combined to injure lungs to a 
degree that Claimant can no longer work. 

 
DX 1 (DX 6). 
 
 The record also contains Dr. Robinette’s typed notes from an office visit dated July 25, 
1998. Mr. Horne returned for follow-up of his underlying coal worker’s pneumoconiosis with 
progressive massive fibrosis.  Dr. Robinette recommended he continue his medications and 
return for follow-up in three months.  DX 1 (DX 26).  It appears that this was Mr. Horne’s last 
visit to Dr. Robinette. 
 
 On October 20, 2002, Dr. Joshua Perper submitted a report based upon his review of the 
medical evidence up to 1998, found in CX 1.  Dr. Perper is board-certified in anatomic and 
surgical pathology as well as forensic pathology.  Based upon his review of the evidence, Dr. 
Perper concluded that Mr. Horne had evidence of complicated coal worker’s pneumoconiosis.   
He based this finding on (1) the occupational exposure to coal mine dust for more than thirty-five 
years as an underground coal miner; (2) the clinical symptoms of progressive exertional 
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shortness of breath, cough, wheezing and expectoration of mucus, and respiratory subjective and 
objective findings of pulmonary impairment and hypoxemic arterial blood values with severe 
reduction in pulmonary diffusing capacity; (3) physical findings of a barrel shaped chest, distant 
breathing sounds, prolonged expiratory phase and abnormal respiratory sounds (rales and 
wheezes); and (4) clinical diagnosis of coal worker’s pneumoconiosis and COPD that required 
treatment with bronchodilators and eventually oxygen. 
 
 Dr. Perper noted that Mr. Horne’s radiological findings were recognized by several 
radiological readers as being consistent with complicated coal worker’s pneumoconiosis on the 
background of marked simple coal workers’ pneumoconiosis and centrilobular emphysema and 
denied by some other readers.  In his opinion, the radiologists who denied the presence of 
pneumoconiosis were in the minority and their findings were “rather speculative,” especially 
those who attributed pulmonary opacities to tuberculosis, histoplasmosis or cancer.  Dr. Perper 
found the pulmonary radiological findings consistent with severe coal worker’s pneumoconiosis 
with the presence of large nodularity qualifying for complicated pneumoconiosis.  Dr. Perper 
recorded that almost all clinicians and radiologists recognized that Mr. Horne had significant 
chronic obstructive pulmonary disease reflective of pulmonary emphysema.  He stated as 
follows: 
 

It is true that centrilobular emphysema is a known complication of heavy smoking 
and Mr. Horne had been in the past a significant smoker.  However, he stopped 
years prior to his demise, and smoking related emphysema of lungs does not 
progress in severity after cessation of smoking, and although the miner’s smoking 
history is somewhat variable, is not significantly so as to the time when he 
stopped smoking in 1980-1983.  On the other hand it is supported by the medical 
literature and recognized by OSHA and the U.S. Department of Labor, that 
progression of pulmonary pathology continuous in cases of coal worker’s 
pneumoconiosis, continues after cessation of exposure to coal mine dust.   
This is because the toxic silica and coal components of the retained mixed coal, 
remain entrapped in the lung tissue and continue their toxic action, particularly in 
susceptible individuals. … 
 
Furthermore, as abundantly substantiated in reliable scientific literature in last 
decades, centrilobular emphysema is also a direct result of exposure to mixed coal 
mine containing silica and cola worker’ pneumoconiosis. … 
 
While it is legitimate to recognize the role of smoking in producing centrilobular 
emphysema, it is equally legitimate to recognize the significant role of exposure 
to coal mine dust and coal workers’ pneumoconiosis, and there is no logical 
reason to exclude it. 
 

CX 1, Page 25 of 39. 
 
 Dr. Perper disagreed with the findings rendered by Dr. Fino, as well as the physicians 
who denied the presence of pneumoconiosis or conceded its presence but claimed it was 
insignificant.  With regard to Dr. Fino’s conclusion, Dr. Perper stated that his argument that once 
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coal dust exposure has ended, one would not expect the pathological fibrosis to worsen was 
wrong.  Dr. Perper opined that Mr. Horne’s coal worker’s pneumoconiosis was the result of his 
occupational exposure as a coal miner.  He further stated that Mr. Horne clearly had evidence of 
a significant smoking history, but the causal connection between exposure to coal and silica in 
regard to emphysema and chronic obstructive lung disease, beyond any effect that may be 
attributed to smoking, is widely accepted.  Dr. Perper cited to text by Frazer and Pare, which 
asserted that emphysema has been shown to be present more often and to be more advanced in 
patients with CWP than in those without it.  Dr. Perper concluded, based on the evidence up to 
1998, 
 

1.  Mr. Horne had evidence of severe pneumoconiosis, consistent with complicated col 
workers’ pneumoconiosis with associated severe centrilobular emphysema, the latter 
being a combined result of exposure to coal mine dust containing silica and smoking. 
 
2.  Mr. Horne, a coal miner with an occupational exposure of more than thirty-five (35) 
years developed coal workers’ pneumoconiosis as a result of occupational exposure to 
coal mine dust. 
 
3.  Coal workers; pneumoconiosis with associated centrilobular emphysema is a 
substantial and primary cause of Mr. Horne’s respiratory disability, both directly and 
through hypoxemia and makes him likely to succumb to direct respiratory failure or to 
complicating pulmonary infections. 
 
4.  Mr. Horne’s pulmonary disability related to coal workers’ pneumoconiosis is total and 
permanent and prevents him from returning to his last coal mining duties, or comparable 
physical work. 
 

CX 1, Page 30 of 39. 
 
 Mr. Horne was hospitalized at the Clinch Valley Medical Center from January 3, 1999 to 
January 12, 1999.  His chief complaint was increasing shortness of breath.  Dr. Motos noted he 
has been seen at the office on numerous occasions for this problem, and described a history of 
coal workers’ pneumoconiosis, COPD and chronic respiratory failure with cor pulmonale.  Chest 
x-ray showed findings consistent with history of stable emphysema and interstitial pulmonary 
disease with stable calcification at the left base, no evidence of acute disease.  Mr. Horne’s 
condition improved with oxygen, aerosol treatments and other medications.  He was advised to 
continue oxygen and aerosol treatments at home.  Dr. Motos listed final diagnoses upon 
discharge of (1) chronic obstructive pulmonary disease with acute exacerbation (coal worker’s 
pneumoconiosis); (2) acute bronchitis; (3) cor pulmonale; and (4) anxiety.  CX 2. 
 
 Mr. Horne was hospitalized again from February 3, 1999 to February 9, 1999.  Mr. 
Horne’s chief complaints were cough, severe swelling, weakness, etc.  A chest x-ray was 
recorded as revealing evidence of emphysema, fibrosis and old granulomatous disease.  Again he 
improved with oxygen and aerosol treatments, which were to be continued at home.  Dr. Motos 
listed  final diagnoses of (1) acute exacerbation of chronic obstructive pulmonary disease; (2) cor 
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pulmonale; (3) chronic respiratory failure; (4) anxiety; and (5) benign prostatic hypertrophy with 
prostatism.  CX 2. 
 
 Mr. Horne was next hospitalized from March 7, 1999 to March 16, 1999, entering 
through the emergency room with complaints of shortness of breath, cough, swelling of the left 
leg with generalized weakness, etc.  He was described as having known chronic obstructive 
pulmonary disease, advanced stage with cor pulmonale.  Chest x-ray showed stable advanced 
emphysema, old granulomatous disease and interstitial lung disease.  The final diagnoses from 
Dr. Motos included (1) acute exacerbation of chronic obstructive pulmonary disease; (2) acute 
bronchitis; (3) deep vein thrombosis of the left lower extremity; (4) cor pulmonale; (5) chronic 
respiratory failure; (6) anxiety; and (7) prostatism.  CX 2. 
 
 After an overnight hospitalization in December of 1999, for cough, shortness of breath 
and chest pain, Dr. Larry Mitchell listed an impression of (1) exacerbation of chronic obstructive 
pulmonary disease; (2) history of allergic reaction to Claforan; (3) coal worker’s 
pneumoconiosis; (4) osteoarthritis; and (5) benign prostatic hypertrophy.  Chest x-ray showed 
severe chronic obstructive pulmonary disease with old granulomatous disease and chronic 
pleural changes.  No new findings were noted.  Follow-up care was to be provided by Dr. Motos.  
CX 2. 
 
 On January 6, 2000, Dr. Motos saw Mr. Horne about two weeks after his hospitalization.  
Dr. Motos said he had recovered some, but had been coughing again with shortness of breath.  
Mr. Horne had been going to cardiopulmonary rehabilitation which seemed to improve his 
condition considerably.  Dr. Motos’ impression was chronic obstructive pulmonary disease with 
chronic recurring bronchitis, hypertension and benign prostatic hypertrophy with prostatism.  On 
February 7, 2000, Mr. Horne was seen complaining of being short of breath with wheezing.  Dr. 
Motos recorded his impression as chronic obstructive pulmonary disease with chronic acute 
exacerbation, anxiety, and arteriosclerotic heart disease.  On March 8, 2000, Mr. Horne returned 
complaining of shortness of breath which started two days ago.  Overall he was improving since 
cardiopulmonary rehabilitation.  He was able to drive his car, and walk some.  The impression 
listed by Dr. Motos included chronic obstructive pulmonary disease with recurring exacerbation, 
arteriosclerotic heart disease, and benign prostatic hypertrophy and prostatism.   On April 13, 
2000, Dr. Motos listed coal worker’s pneumoconiosis, chronic recurring bronchitis and 
arteriosclerotic heart disease.  Progress Records from May 11, 2000 and May 25, 2000, continue 
to list chronic obstructive pulmonary disease and coal worker’s pneumoconiosis, as well as 
chronic respiratory failure, atherosclerotic heart disease, and a thrombosed vein left upper 
extremity.   CX 2. 
 
 On June 6, 2000, Mr. Horne was discharged from the hospital, having been admitted on 
June 4, 2000, complaining of shortness of breath, chest wall pain, weakness, wheezing, etc.  
Chest x-ray revealed evidence of COPD, post-infectious scarring on both lungs, with no acute 
abnormalities.  The final diagnoses from Dr. Motos included (1) acute exacerbation of chronic 
obstructive pulmonary disease; (2) acute bronchitis; (3) coal worker’s pneumoconiosis; (4) cor 
pulmonale; and (5) benign prostatic hypertrophy.  CX 2. 
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 In a progress record dated June 21, 2000, Mr. Horne reported he was still having some 
problem with breathing, GI distress and some swelling, but was doing some better.  In addition 
to COPD and CWP, Dr. Motos listed cor pulmonale as part of his impression.  On July 24, 2000, 
Mr. Horne complained of being quite short of breath.  Chronic obstructive pulmonary disease 
and coal worker’s pneumoconiosis were the first two impressions listed.  On August 25, 2000,  
Mr. Horne was short of breath and wheezing.  Dr. Motos listed (1) chronic obstructive 
pulmonary disease, pneumoconiosis; (2) acute exacerbation of #1; (3) chronic recurring 
bronchitis; (4) cor pulmonale; (5) benign prostatic hypertrophy; and (6) allergy.  CX 2. 
 
 After a hospitalization from September 21, 2000 to September 24, 2000, resulting from 
complaints of cough, shortness of breath and weakness, Dr. Motos listed final diagnoses of (1) 
chronic obstructive pulmonary disease with acute exacerbation; (2) coal worker’s 
pneumoconiosis; (3) acute bronchitis; (4) benign prostatic hypertrophy; and (5) anxiety.  Chest x-
ray showed severe degree of chronic fibrosis, emphysematous changes of the lungs, including 
patchy density in the right upper lobe, probably representing coal workers’ pneumoconiosis. 
 
 On October 5, 2000, Mr. Horne was quite short of breath and wheezing when he went in 
for follow up.  Dr. Motos listed an impression of chronic obstructive pulmonary disease, coal 
worker’s pneumoconiosis, acute exacerbation; chronic bronchitis recurring; and anxiety.  CX 2. 
 
 Mr. Horne was hospitalized at the Clinch Valley Medical Center from October 24, 2000 
to October 28, 2000, for a heart attack.  Dr. Motos listed final diagnoses of (1) acute myocardial 
infarction; (2) advanced chronic obstructive pulmonary disease/coal worker’s pneumoconiosis 
with chronic respiratory failure; (3) arteriosclerotic heart disease with cor pulmonale; and (4) 
Herpes zoster.  CX 2. 
 
 Mr. Horne was hospitalized again from November 1, 2000 to November 3, 2000, after he 
went to the emergency room complaining of chest pain, shortness of breath and weakness.  Dr. 
Motos noted that Mr. Horne had recently been discharged following an acute anterior wall 
myocardial infarction, and was a known case of advanced chronic obstructive pulmonary disease 
with cor pulmonale, chronic respiratory failure with recent episode of herpes zoster involving the 
chest wall on the left side.  He had been discharged in stable condition but developed increasing 
shortness of breath the day prior to admission.  Chest x-ray showed emphysema with interstitial 
fibrosis, with no evidence of acute disease.  He improved after two days and was discharged with 
instructions to follow up with the home health care nurse and continue oxygen and aerosol 
treatment at home.  The final diagnoses included (1) chest pain due to stable angina pectoris.  
Status post myocardial infarction; (2) chest pain also due to post herpetic neuralgia; (3) chronic 
obstructive pulmonary disease with acute exacerbation; (4) chronic respiratory failure; (5) 
arteriosclerotic heart disease; and (6) anxiety.  CX 2. 
 
 In a progress record dated December 8, 2000, Dr. Motos reported Mr. Horne was 
complaining of being short of breath and having a somewhat productive cough.  Dr. Motos listed 
an impression of (1) chronic obstructive pulmonary disease; (2) coal worker’s pneumoconiosis 
with recurring exacerbation; (3) chronic respiratory failure; (4) atherosclerotic heart disease; (5) 
anxiety; (6) benign prostatic hypertrophy with prostatism; and (7) continue all maintenance 
medication and will followup in one month or as needed.  CX 2. 
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 After an additional hospitalization from December 10, 2000 to December 12, 2000, 
resulting from complaints of shortness of breath, cough, congestion, chest pain, stuffiness of the 
sinuses, etc., Dr. Motos listed final diagnoses of (1) chronic obstructive pulmonary disease with 
acute exacerbation; (2) chronic respiratory failure; (3) status post myocardial infarction; (4) 
arteriosclerotic heart disease; (5) prostatitis; (6) cellulitis of right wrist; and (7) chest pain, 
probably due to unstable angina.  Chest x-ray revealed interstitial fibrosis, with no acute changes.  
CX 2. 
 
 Mr. Horne returned to the clinic for follow-up on December 16, 2000.  He was not 
markedly short of breath, but was still having some pain.  Dr. Motos listed an impression of (1) 
chronic obstructive pulmonary disease; (2) chronic recurring bronchitis; (3) atherosclerotic heart 
disease; (4) herpes zoster; and (5) benign prostatic hypertrophy.  CX 2. 
 
 Mr. Horne was hospitalized from December 17, 2000 to December 20, 2000.  Dr. Motos 
recorded that Mr. Horne was admitted with complaints of shortness of breath, cough, congestion, 
chest pain, stuffiness of the sinuses, etc.   A chest x-ray revealed interstitial fibrosis.  No acute 
changes were noted.  Dr. Motos listed final diagnoses of (1) chronic obstructive pulmonary 
disease with acute exacerbation; (2) chronic respiratory failure; (3) coal worker’s 
pneumoconiosis; (4) arteriosclerotic heart disease with status post myocardial infarction; (5) 
upper respiratory infection; (6) anxiety; and (7) benign prostatic hypertrophy.  CX 2. 
 
 Dr. Motos saw Mr. Horne on January 9, 2001, at which time he was having occasional 
chest pain.  Dr. Motos listed an impression of (1) chronic obstructive pulmonary disease, coal 
worker’s pneumoconiosis with recurring chronic bronchitis; (2) coronary artery disease status 
post myocardial infarction; (3) post herpetic neuralgia; and (4) anxiety.  On that same date, Dr.  
Piriz listed Mr. Horne’s problems as (1) end-stage chronic obstructive pulmonary disease; (2) 
status post anterior wall myocardial infarction; and (3) herpes zoster.  He discussed different 
cardiac treatment options with Mr. Horne and his family, recommending continuing medical 
management since he was a poor surgical risk.  CX 2. 
 
 On February 13, 2001, Dr. Motos saw Mr. Horne in follow up again, listing an 
impression of (1) chronic obstructive pulmonary disease; (20 coal worker’s pneumoconiosis; (3) 
arteriosclerotic heart disease; (4) status post myocardial infarction; (5) post herpetic neuralgia; 
and (6) acute bronchitis.  He continued prescribing various medications and inhalers.  CX 2. 
 
 After a hospitalization lasting from February 20, 2001 to February 22, 2001, resulting 
from complaints of shortness of breath with congestion, cough and weakness, Mr. Horne 
improved after treatment with oxygen and other medications.  Dr. Motos listed final diagnoses of 
(1) acute exacerbation of chronic obstructive pulmonary disease/pneumoconiosis; (2) acute 
bronchitis; (3) chronic respiratory failure; (4) status post myocardial infarction; (5) anxiety; and 
(6) benign prostatic hypertrophy.  Dr. Motos reported that a chest x-ray revealed chronic 
radiographic abnormalities consistent with chronic obstructive pulmonary disease, plus fibrotic 
pulmonary changes which may be a manifestation of pneumoconiosis.  CX 2. 
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 During a visit on March 17, 2001, Mr. Horne complained of shortness of breath, 
coughing and chest wall pain.  Dr. Motos listed an impression of (1) chronic obstructive 
pulmonary disease; (2) coal worker’s pneumoconiosis with acute recurring exacerbation; (3) 
chronic bronchitis; (4) status post myocardial infarction; and (5) post herpetic neuralgia.  CX 2. 
 
 On March 30, 2001, Mr. Horne was admitted to the Clinch Valley Medical Center with a 
cough, shortness of breath, chest pain, etc.  He was placed on oxygen inhalation, aerosol 
treatment and other medications, and his condition improved.  The discharge diagnosis on April 
1, 2001, as listed by Dr. Motos, included (1) acute exacerbation of chronic obstructive 
pulmonary disease with coal worker’s pneumoconiosis; (2) acute bronchitis; (3) chronic 
respiratory failure with cor pulmonale; (4) status post myocardial infarction; (5) anxiety; and (6) 
benign prostatic hypertrophy.  CX 2. 
 
 Mr. Horne was again hospitalized at the Clinch Valley Medical Center from April 4, 
2001 to April 12, 2001.  He complained of generalized weakness, epigastric pain, shortness of 
breath, etc.  Chest x-ray revealed severe interstitial fibrosis and emphysema.  Mr. Horne was 
given oxygen, aerosol treatments, antibiotics for an infection and other medications.  The final 
diagnoses from Dr. Motos included (1) acute exacerbation of chronic obstructive pulmonary 
disease with chronic respiratory failure, cor pulmonale; (2) coal worker’s pneumoconiosis; (3) 
chronic bronchitis with positive culture of Pseudomonas acruginosa; (4) status post myocardial 
infarction; (5)  benign prostatic hypertrophy; and (6) anxiety.  CX 2.   
 
 On April 23, 2001, Dr. Motos recorded in a progress record that Mr. Horne was 
hospitalized recently on account of acute exacerbation of COPD with positive culture of 
pseudomonas aeruginosa.  The impression listed by Dr. Motos included (1) chronic obstructive 
pulmonary disease; (2) coal worker’s pneumoconiosis with positive culture of pseudomonas 
aeruginosa improved; (3) history of MI [myocardial infarction] and herpes zoster; (4) anxiety; 
and (5) status post myocardial infarction.  CX 2. 
 
 On May 23, 2001, Dr. Motos recorded that Mr. Horne was still complaining of being 
short of breath with some wheezing, although he was doing better since his last hospitalization.  
His impression included (1) chronic obstructive pulmonary disease, coal worker’s 
pneumoconiosis; (2) coronary artery disease, status post myocardial infarction; (3) anxiety; (4) 
benign prostatic hypertrophy; and (5) chronic recurring bronchitis.  CX 2. 
 
 Dr. Piriz saw Mr. Horne on May 24, 2001.  CX 2.  He listed Mr. Horne’s current 
problems as (1) chronic obstructive pulmonary disease; (2) chronic recurrent bronchitis; (3) 
atherosclerotic heart disease; (4) benign prostatic hypertrophy; and (5) status post anterior wall 
myocardial infarction 10/00.  He instructed Mr. Horne to return to Dr. Motos for routine health 
care maintenance, and to return to Dr. Piriz in three to six months, or sooner should the need 
arise.  CX 2. 
 
 Mr. Horne was hospitalized again from June 20, 2001 to June 22, 2001.  He was admitted 
through the emergency room with complaints of shortness of breath and chest pain.  He was 
referred to Dr. Piriz for evaluation of his chest pain, which was considered atypical.  Dr. Motos 
said the chest x-ray showed severe emphysema with interstitial fibrosis, no acute disease.  He 
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was given oxygen, aerosol treatments and other medications, and was allowed to go home when 
his condition improved.  Dr. Motos recorded final diagnoses of (1) chronic obstructive 
pulmonary disease with acute exacerbation/pneumoconiosis; (2) acute bronchitis; (3) chronic 
respiratory failure; (4) cor pulmonale; (5) arteriosclerotic heart disease, status post myocardial 
infarction; (6) anxiety; and (7) benign prostatic hypertrophy.  CX 2. 
 
 When Mr. Horne was seen for a follow-up on July 30, 2001, he had been short of breath 
and wheezing.  Dr. Motos’ impression list included (1) chronic obstructive pulmonary disease 
with chronic, recurring bronchitis; (2) coronary artery disease, status post myocardial infarction; 
(3) anxiety; and (4) benign prostatic hypertrophy.  Dr. Motos continued his usual medications 
and inhalers.  After a culture showed growth of pseudomonas on August 13, 2001, Dr. Motos 
prescribed an antibiotic.  CX 2. 
  
 In a visit dated August 27, 2001, Dr. Piriz examined Mr. Horne and listed his current 
problems as (1) COPD; (2) pneumoconiosis; (3) coronary artery disease; (4) status post anterior 
myocardial infarction, 10/2000; (5) BPH [benign prostatic hypertrophy]; and (6) chronic 
recurring bronchitis.  He instructed Mr. Horne to return to Dr. Motos for routine health care 
maintenance, and to return to Dr. Piriz in three months, or sooner should the need arise.  That 
appears to have been Mr. Horne’s last visit to Dr. Piriz.  CX 2. 
 
 Mr. Horne returned to Dr. Motos on August 30, 2001, complaining of being short of 
breath with coughing and congestion.  Dr. Motos listed (1) chronic obstructive pulmonary 
disease with advanced chronic respiratory failure; (2) chronic recurring bronchitis; (3) coronary 
artery disease, status post myocardial infarction; and (4) anxiety.  CX 2. 
 
 On a progress record dated October 1, 2001, Dr. Motos listed (1) chronic obstructive 
pulmonary disease; (2) anxiety; (3) status post myocardial infarction; (4) chronic bronchitis; and 
(5) postherpetic neuralgia.  CX 2. 
 
 On follow up on November 5, 2001, Dr. Motos listed (1) chronic obstructive pulmonary 
disease; (2) coal worker’s pneumoconiosis with chronic respiratory failure; (3) recurring 
bronchitis; (4) coronary artery disease status post myocardial infarction; (5) anxiety; and (6) 
benign prostatic hypertrophy.  CX 2. 
 
 In a Progress Record dated January 14, 2002, Dr. Motos noted that Mr. Horne was seen 
for follow-up, having lately had shortness of breath, coughing, wheezing and expectorating.  His 
impression included (1) chronic obstructive pulmonary disease with recurring exacerbation with 
chronic bronchitis; (2) pneumoconiosis; (3) anxiety; (4) benign prostatic hypertrophy; and (5) 
coronary artery disease.  He continued his medications and inhalers.  CX 2. 
 
 Mr. Horne’s final hospitalization was from February 6, 2002 to February 17, 2002, at the 
Clinch Valley Medical Center.  Mr. Horne was admitted with complaints of shortness of breath 
and weakness.  In a history and physical examination performed on February 6, 2002, Dr. Motos 
recorded that Mr. Horne was a nonsmoker and a nondrinker.   The radiologist, Dr. Patel, read the 
February 6, 2002 chest x-ray as stable, with no acute cardiopulmonary pathology, also observing 
chronic interstitial lung disease.  In a pulmonary consultation performed on February 16, 2002, 
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Dr. German Iosif recorded that Mr. Horne had a long-standing history of coal worker’s 
pneumoconiosis and chronic respiratory failure, and was admitted with slowly progressive 
exacerbation of breathlessness sensation associated with a significant chest congestion but 
inability to expectorate any airway secretion.   Dr. Iosif recorded that Mr. Horne had not smoked 
cigarettes for approximately twenty years.   He said the portable chest x-ray at the time of 
admission showed moderate hyperinflation of both lungs with prominent interstitial fibrotic 
changes from coal workers’ pneumoconiosis, a large granuloma in the left lower lung zone but 
no evidence of acute pneumonic infiltrates.  The clinical impression from Dr. Iosif included 
advanced coal worker’s pneumoconiosis with progressive respiratory failure.  Dr. Iosif 
concluded that Mr. Horne’s condition was terminal and that no further treatment would improve 
his condition.  The final diagnoses by Dr. Motos included (1) chronic obstructive pulmonary 
disease/coal worker’s pneumoconiosis, far advanced with chronic respiratory failure with 
possible aspiration pneumonia and acute respiratory failure from thick secretion of mucus in the 
respiratory tract; (2) diarrhea due to pseudomembranous colitis from Clostridium difficile; (3) 
arteriosclerotic heart disease with history of myocardial infarction; (4) cor pulmonale; (5) benign 
prostatic hypertrophy; and (6) anxiety.  CX 2. 
 
 The death certificate lists the date of death as February 17, 2002, and the cause of death 
as acute respiratory failure due to COPD - coal worker’s pneumoconiosis. Under Part II, “Other 
significant conditions contributing to death but not resulting in the underlying cause given in Part 
I,” listed ASHD [arteriosclerotic heart disease] and dehydration.  The death certificate was 
signed by Dr. Ramon A. Motos.  DX 3.   
 
 Dr. Fino reviewed his previous reports and Mr. Horne’s medical records from 1988 until 
the date of death, including the death certificate, and provided a report dated September 3, 2002.  
Dr. Fino noted that it was his opinion in 1987 that Mr. Horne had simple pneumoconiosis, but no 
functional respiratory impairment.  In 1988, after review of additional records, he concluded that 
there was some chronic bronchitis and bronchospasm related to cigarette smoking, but he did not 
think any abnormalities were related to coal mine dust inhalation.  Based upon his review of later 
records, Dr. Fino opined that Mr. Horne suffered from significant obstructive lung disease.  That 
he was treated with bronchodilator medications, and had wheezing and a significant smoking 
history, pointed to a cigarette smoking related condition.  Dr. Fino found no evidence that a coal 
mine dust-related pulmonary condition hastened Mr. Horne’s death.  EX 2.    
 
 Dr. Samuel V. Spagnolo  reviewed Mr. Horne’s medical records and provided a report 
dated April 1, 2003.  Dr. Spagnolo is board-certified in internal medicine and pulmonary disease.   
Dr. Spagnolo reviewed medical evidence and other records prior to rendering his opinion.   
Based upon his review of the evidence, Dr. Spagnolo found that Mr. Horne had thirty-four years 
of coal mine employment, from 1948 to 1983, and a cigarette smoking history which varied from 
a fifteen-year, one-half pack per day history of smoking, to a history of heavy smoking at the rate 
of one pack per day from the age of twenty years until he was in his mid-fifties.  Dr. Spagnolo 
found, based upon his review of the evidence, that there was sufficient information for him to 
render a medical opinion with reasonable medical certainty.  His opinion was that Mr. Horne did 
not have consistent physical findings or laboratory evidence of pneumoconiosis or any chronic 
dust disease of the lung caused by, significantly related to, or substantially aggravated by coal 
dust exposure.  In his opinion Mr. Horne’s respiratory symptoms and complaints were not related 
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to coal dust exposure.  Dr. Spagnolo pointed out that Mr. Horne first noted that he experienced 
“breathing difficulty” in the 1970's. He found it highly likely that Mr. Horne’s lung function was 
normal at that time since it was measured in 1979, when he had nearly normal spirometry and 
normal gas exchange.  Therefore abnormal lung function from a primary lung condition could 
not be the explanation for Mr. Horne’s complaint of severe exertional dyspnea at the time he quit 
working in the coal mines.  Dr. Spagnolo found this to be important in this case because 
“breathing difficulty” is frequently an early manifestation of underlying cardiac disease.  EX 6. 
 
 In the 1980's Mr. Horne was told he had heart disease and received treatment for his 
angina.  He had a myocardial infarction, and he suffered from clinical features of ischemic 
cardiomyopathy.  Exercise intolerance manifested as exertional dyspnea and fatigue is 
“frequently the primary symptom of congestive heart failure.”  Dr. Spagnolo found that in 
addition to these findings related to underlying cardiac disease, Mr. Horne showed the 
development of increasing airflow obstruction with airtrapping after leaving his coal mine 
employment.  The totality of these findings were most consistent with the effects of long-term 
(>20 years of daily) cigarette smoking.  This conclusion was supported by the x-ray readings of 
Drs. Wheeler, Scott and Wiot, as well as by the pulmonary function and gas exchange values.  
Dr. Spagnolo opined that the medical evidence provided a solid basis for a diagnosis of classic 
cigarette related obstructive lung disease.  Dr. Spagnolo stated as follows: 
 

Mr. Horne’s respiratory impairment and disability were caused by multiple 
factors.  Mr. Horne’s underlying coronary artery disease with impaired left 
ventricular function and progressive emphysema resulted in his increasing 
inability to breathe.  In addition, the multiple episodes of pneumonia also 
contributed to the worsening of his lung function and his difficulty with breathing.  
Thus, Mr. Horne’s complaints of dyspnea with exertion were secondary to these 
factors.  None of these medical conditions are related to his prior coal mine work 
or exposure to coal dust and his medical condition at the time of his death was in 
no way related to pneumoconiosis. 

 
Dr. Spagnolo concluded that Mr. Horne did not have any chronic dust disease of the lung or any 
pulmonary impairment arising out of coal mine employment.  Mr. Horne’s alleged reduced 
capacity to perform his usual coal mine work at the time he left coal mine employment “was 
most likely caused by his cardiac disease.”  Dr. Spagnolo stated that during the last few years of 
his life, Mr. Horne’s pulmonary impairment would have prevented him from performing his last 
coal mine employment.  Neither coal worker’s pneumoconiosis nor his coal dust exposure played 
any role in or hastened death.  EX 6. 
 
 Dr. Perper submitted a supplemental report on April 6, 2003. CX 1.  He indicated that he 
had reviewed additional records, including Mr. Horne’s treatment records from 1999 to 2002, 
and the biopsy reports from 1992.  Dr. Perper also reviewed the biopsy slides.  He noted that 
there was no lung tissue present in the biopsy slides, only blood and fungal hyphae with no 
evidence of malignant cells.  Dr. Perper reiterated his opinions set forth in his October 20, 2002, 
report, that Mr. Horne 
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suffered of severe and disabling occupationally related complicated coal workers’ 
pneumonconiosis (CWP) and causally associated severe and disabling COPD, and that 
CWP was a substantial cause of Mr. Horne’s pulmonary disability and death. 
 

CX 2, page 13 of 13.  He went on to note that the additional documentation reinforced his 
opinion by documenting numerous additional medical visits and hospitalizations for acute and 
chronic respiratory failure; the absence of evidence of heart failure except when Mr. Horne 
sustained a myocardial infarction; and that Mr. Horne’s death “was preceded by a progressive 
and relentless deterioration of his respiratory status with advanced respiratory failure and cor 
pulmonale, and no evidence of left heart failure.”  Ibid. 
 
 In a report dated April 16, 2003, Dr. Spagnolo stated that he had reviewed supplemental 
documents related to this case.  These included records from 1998 to 2002, and Dr. Perper’s 
reports.  Dr. Spagnolo concluded that none of the newly received information provided any 
objective evidence for him to change his earlier opinion.  He continued to maintain that Mr. 
Horne’s medical records showed evidence of underlying cardiac disease, and development of 
increasing airflow obstruction with airtrapping consistent with the effects of long-term cigarette 
smoking.  None of his medical conditions, and neither his disability nor his death, were related to 
exposure to coal dust.  EX 9.   
 
 The deposition testimony of Dr. Fino was taken on April 17, 2003.  EX 8.  Dr. Fino 
testified that he had not changed his view that pneumoconiosis was present.  In his review of the 
pulmonary function testing at or about the time that Mr. Horne stopped working and stopped 
smoking, the studies “weren’t really that abnormal.”  EX 8 at 11.  Over the next twenty years, 
however, Mr. Horne did develop trouble.  Dr. Fino pointed out that Mr. Horne “was nearly 
normal back in the early ’80s, and now he’s deceased because of lung disease.”  EX 8 at 12.  
According to Dr. Fino, the objective data helped him determine the cause of death.  He indicated 
that he assumed that Mr. Horne had pneumoconiosis, because he knew of his forty years of 
working underground in the mines, knowing as well his twenty or thirty years of smoking and 
stopping in the early 1980’s.    
 
 Dr. Fino stated that shortness of breath was not diagnostic of any particular disease 
entities.  In his opinion, the shortness of breath described by Dr. Abernathy in 1983 was due in 
small part to a lung problem.  Dr. Fino noted that Mr. Horne had had a heart attack, but he did 
not think that this really played any kind of role in Mr. Horne’s death.  Dr. Fino stated that the 
clinical records and pulmonary function studies of record showed a chronic obstructive 
pulmonary disease which he attributed to cigarette smoking.  Dr. Fino added, however, that he 
“can’t rule out that coal mine dust played a role in the chronic obstructive pulmonary disease.”  
EX 8 at 19.  In his opinion, the worsening clinical picture was what is seen in smoking-related 
obstruction.   
 
 When asked about the pulmonary function studies from the 1980's, Dr. Fino stated that 
while there was a mild abnormality, there was not functional impairment.  Mr. Horne’s 
pulmonary function then progressively worsened between 1983 and his death.   If this 
progression had been due to coal mine dust, what would have been seen was a worsening 
pulmonary fibrotic pattern represented on the chest x-rays, and described in the medical records 
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of many hospitalizations prior to death.  This was not the case here, however, as what was 
present was the treatment and documentation of progressive obstructive disease.  Dr. Fino stated 
as follows in this respect: 
 

The fact that this man progressed in an obstructive fashion in the absence of a 
worsening chest x-ray, the fact that his treatment in the hospital was typical for 
obstructive lung disease, not scarring and pulmonary fibrosis that you could 
expect in progressive pneumoconiosis, based on all of those things, it is my 
opinion that the worsening of his lung disease was due to progressive smoking-
related chronic obstructive pulmonary disease. 

 
EX 8 at 25.  Dr. Fino found that the key to determining the etiology of Mr. Horne’s condition 
was the fact that the lung disease had simmered along for twenty years.  This is not to be 
expected in coal mine dust disease, but is expected in a smoking-related obstruction.  Mr. 
Horne’s pulmonary function studies and test results were identical to that of a person who had 
had a similar smoking history, but who had never been exposed to coal dust.   
 
 With regard to Dr. Perper’s report, Dr. Fino pointed out that the evidence reviewed by 
Dr. Perper is not that which is typically reviewed by a pathologist.  While he did review 
specimens from a bronchoscopy, that evidence could only be used to rule in or rule out cancer.  
Dr. Perper had no pathologic information from lung tissue that would usually be utilized to rule 
in or rule out a coal dust-related lung condition. 
 
 Dr. Fino found it obvious from the records that Mr. Horne died a pulmonary death.  Coal 
worker’s pneumoconiosis, however, did not cause or contribute to his death in any way.  Upon 
cross-examination, Dr. Fino stood by his diagnosis of simple coal worker’s pneumoconiosis. 
 
 Dr. Stephen Bush reviewed the medical records by report dated May 11, 2003. EX 10.  
Dr. Bush is board-certified in anatomic and clinical pathology.  Dr. Bush stated that the biopsy 
performed represented material obtained by bronchial washing and needle biopsy during 
bronchoscopy and the specimens were non-diagnostic, showing simply blood retrieved by the 
needle biopsy and benign epithelial and rare inflammatory cells from the bronchial washings.  
Only a minimal amount of dust pigment was present in the bronchial washing slide preparations.  
Based upon his review of the evidence, Dr. Bush opined that the lungs showed no evidence of 
coal worker’s pneumoconiosis.  Dr. Bush reached this conclusion based on the repeated chest x-
ray readings which failed to show changes of coal worker’s pneumoconiosis.  In his opinion, the 
disease did not contribute in any way to Mr. Horne’s death.  The advanced pulmonary disease 
leading to death resulted from the effects of cigarette smoking without any evidence of coal 
worker’s pneumoconiosis.  While Mr. Horne was totally disabled from chronic obstructive 
pulmonary disease prior to death, that disease was due to cigarette smoking.  Dr. Bush noted that 
Dr. Perper concluded that complicated coal worker’s pneumoconiosis contributed to death, 
however, Dr. Bush stated that this conclusion was not based on pathologic evidence but on Dr. 
Perper’s review of the medical records.  Dr. Bush remarked that the most credible information in 
the records was that provided by Drs. Wiot, Fino and Spagnolo, who failed to find clinical 
evidence of coal worker’s pneumoconiosis, primarily due to the absence of x-ray findings 
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consistent with that diagnosis.  He further remarked that the opinion of Dr. Forehand from 1998 
was equivocal reading the x-ray interpretation. 
 

Existence of Pneumoconiosis 
 

 In order to prevail in her claim, Mrs. Horne must first establish that Mr. Horne had 
pneumoconiosis.  20 CFR § 718.205(a)(1) (2003).  The regulations define pneumoconiosis 
broadly: 
 

  (a)  For the purpose of the Act, “pneumoconiosis” means a chronic dust disease of the 
lung and its sequelae, including respiratory and pulmonary impairments, arising out of 
coal mine employment.  This definition includes both medical, or “clinical”, 
pneumoconiosis and statutory, or “legal”, pneumoconiosis. 

 
 (1) Clinical Pneumoconiosis.  “Clinical pneumoconiosis” consists of those 
diseases recognized by the medical community as pneumoconioses, i.e., the conditions 
characterized by permanent deposition of substantial amounts of particulate matter in the 
lungs and the fibrotic reaction of the lung tissue to that deposition caused by dust 
exposure in coal mine employment.  This definition includes, but is not limited to, coal 
workers’ pneumoconiosis, anthracosilicosis, anthracosis, anthrosilicosis, massive 
pulmonary fibrosis, silicosis or silico-tuberculosis, arising out of coal mine employment. 

 
 (2) Legal Pneumoconiosis.  “Legal pneumoconiosis” includes any chronic lung 
disease or impairment and its sequelae arising out of coal mine employment.  This 
definition includes, but is not limited to any chronic restrictive or obstructive pulmonary 
disease arising out of coal mine employment. 

 
  (b)  For purposes of this section, a disease “arising out of coal mine employment” 
includes any chronic pulmonary disease or respiratory or pulmonary impairment 
significantly related to, or substantially aggravated by, dust exposure in coal mine 
employment. 

 
  (c) For purposes of this definition, “pneumoconiosis” is recognized as a latent and 
progressive disease which may first become detectable only after the cessation of coal 
mine dust exposure.   

 
20 CFR § 718.201 (2003).  In this case, Mr. Horne’s medical records indicate that he was 
diagnosed with pneumoconiosis, as well as chronic obstructive pulmonary disease and 
emphysema, which can also be encompassed within the definition of legal pneumoconiosis.  
Ibid.; Richardson v. Director, OWCP, 94 F.3d 164 (4th Cir. 1996); Warth v. Southern Ohio Coal 
Co., 60 F.3d 173 (4th Cir. 1995). 
 
 20 CFR § 718.202(a), provides that a finding of the existence of pneumoconiosis may be 
based on (1) chest x-ray, (2) biopsy or autopsy, (3) application of the presumptions described in 
§§ 718.304 (irrebuttable presumption that a miner’s death was due to pneumoconiosis if there is 
a showing of complicated pneumoconiosis), 718.305 (not applicable to claims filed after January 
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1, 1982) or 718.306 (applicable only to deceased miners who died on or before March 1, 1978), 
or (4) a physician exercising sound medical judgment based on objective medical evidence and 
supported by a reasoned medical opinion.  The presumptions set forth at Sections 718.305 and 
718.306 do not apply, because the claim was filed after January 1, 1982, and Mr. Horne did not 
die before March 1, 1978.  There is evidence, however, of complicated pneumoconiosis. 
 
 Pursuant to 20 CFR § 718.304(a) (2003), the existence of complicated pneumoconiosis 
may be established when diagnosed by a chest x-ray which yields one or more large opacities 
(greater than 1 centimeter) and would be classified in Category A, B, or C.  X-ray evidence is not 
the exclusive means of establishing complicated pneumoconiosis under §718.304.  Its existence 
may also be established under §718.304 (b) by biopsy or autopsy, or under §718.304 (c), by an 
equivalent diagnostic result reached by other means.  The Benefits Review Board has held that 
the Administrative Law Judge must first  determine whether the relevant evidence in each 
category tends to establish the existence of complicated pneumoconiosis, and then must weigh 
together the evidence at each subsection before determining whether invocation of the 
irrebuttable presumption under Section 718.304 has been established.  Melnick v. Consolidated 
Coal Co., 16 B.L.R. 1-31, 1-33 (1991) (en banc).  The United States Court of Appeals for the 
Fourth Circuit has held that “… even where some x-ray evidence indicates opacities that would 
satisfy the requirements of prong (A), if other x-ray evidence is available or if evidence is 
available that is relevant to an analysis under prong (B) [biopsy or autopsy] or prong (C) [other 
means] then all the evidence must be considered and evaluated to determine whether the 
evidence as a whole indicates a condition of such severity that it would produce opacities greater 
than one centimeter in diameter on an x-ray.”  Eastern Associated Coal Corp. V. Director, 
OWCP (Scarbro), 220 F. 3d 250, 256 (4th Cir. 2000).   
 
 None of the x-rays submitted in the survivor’s claim have been read as positive for 
complicated pneumoconiosis.  Nonetheless, among the exhibits submitted in the living miner’s 
claims, there are chest x-ray readings dated February 4, 1974 (Dr. Nelson), October 31, 1997 
(Dr. Robinette), April 27, 1998 (Drs. Forehand and Lippman) and July 22, 1998 (Dr. DePonte), 
which indicate that complicated pneumoconiosis is present.  Of these physicians, only Dr. 
DePonte is a both a B-reader and a board-certified radiologist. 
 
 Readers who are board-certified radiologists and/or B-readers are classified as the most 
qualified.  The qualifications of a certified radiologist are at least comparable to if not superior to 
a physician certified as a B-reader.  Roberts v. Bethlehem Mines Corp., 8 B.L.R. 1-211, 1-213 
n.5 (1985).  Greater weight may be accorded to x-ray interpretations of dually qualified 
physicians.  Sheckler v. Clinchfield Coal Co., 7 B.L.R. 1-128, 1-131 (1984).  A judge may 
consider the number of interpretations on each side of the issue, but not to the exclusion of a 
qualitative evaluation of the x-rays and their readers.  Woodward, 991 F.2d at 321; see Adkins, 
958 F.2d at 52. 
 
 Of those chest x-rays which were found to be positive for complicated pneumoconiosis, 
the x-rays dated October 31, 1997, April 27, 1998 and July 22, 1998 were read by a greater 
number of dually qualified physicians as negative for complicated pneumoconiosis.  Thus, Drs. 
Wheeler and Scott, both of whom are dually qualified, found those three x-rays to be negative for 
any pneumoconiosis, simple or complicated.  Additionally, numerous other chest x-rays, 
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spanning from 1983 to 2002, although read as positive for simple pneumoconiosis, were found to 
be negative for complicated pneumoconiosis by several physicians.  Based upon the 
preponderance of readings which were negative for complicated pneumoconiosis, I find that the 
x-ray evidence is negative for complicated pneumoconiosis.  There is no probative biopsy 
evidence, and no autopsy evidence.  Finally, there is no equivalent diagnostic evidence pursuant 
to  Section 718.304(c) establishing the existence of complicated pneumoconiosis.  Therefore, the 
presumption set forth at 20 CFR § 718.304 does not apply.   
 
 Since none of the presumptions apply, the sole means left to establish the existence of 
pneumoconiosis, are the chest x-rays and medical opinions.   Absent contrary evidence, evidence 
relevant to either category may establish the existence of pneumoconiosis.  In the face of 
conflicting evidence, however, I must weigh all of the evidence together in reaching my finding 
whether the Claimant has established that he has pneumoconiosis.  Island Creek Coal Co. v. 
Compton, 211 F.3d 203, 211 (4th Cir. 2000); Penn Allegheny Coal Co. v. Williams, 114 F.3d 22 
(3rd Cir. 1997).   
 
 Pneumoconiosis is a progressive and irreversible disease.  Labelle Processing Co. v. 
Swarrow, 72 F.3d 308, 314-315 (3rd Cir. 1995); Lane Hollow Coal Co. v. Director, OWCP, 137 
F.3d 799, 803 (4th Cir. 1998); Woodward v. Director, OWCP, 991 F.2d 314, 320 (6th Cir. 1993).  
As a general rule, therefore, more weight is given to the most recent evidence.  See Mullins Coal 
Co. of Virginia v. Director, OWCP, 484 U.S. 135, 151-152 (1987); Eastern Associated Coal 
Corp. v. Director, OWCP, 220 F.3d 250, 258-259 (4th Cir. 2000); Crace v. Kentland-Elkhorn 
Coal Corp., 109 F.3d 1163, 1167 (6th Cir. 1997); Rochester & Pittsburgh Coal Co. v. Krecota, 
868 F.2d 600, 602 (3rd Cir. 1989); Stanford v. Director, OWCP, 7 B.L.R. 1-541, 1-543 (1984); 
Tokarcik v. Consolidated Coal Co., 6 B.L.R. 1-666, 1-668 (1983); Call v. Director, OWCP, 2 
B.L.R. 1-146, 1-148-1-149 (1979).  This rule is not to be mechanically applied to require that 
later evidence be accepted over earlier evidence. Woodward, above at 319-320; Adkins v. 
Director, OWCP, 958 F.2d 49 (4th Cir. 1992); Burns v. Director, OWCP, 7 B.L.R. 1-597, 1-600 
(1984). 
 
 The numerous x-rays taken between 1974 and 1998, submitted in connection with the 
miner’s claims, were read as positive and negative.  The only classified x-rays submitted in 
connection with this survivor’s claim by the Employer, the readings by Dr. Wiot, are the most 
recent, and are negative.  For this reason, I conclude that the existence of pneumoconiosis cannot 
be established based on the x-ray evidence alone pursuant to Section 718.202(a)(1). 
 
 I must also consider the medical opinions.  The Claimant can establish that he suffers 
from pneumoconiosis by well-reasoned, well-documented medical reports.  A “documented” 
opinion is one that sets forth the clinical findings, observations, facts, and other data upon which 
the physician based the diagnosis.  Fields v. Island Creek Coal Co., 10 B.L.R. 1-19, 1-22 (1987). 
An opinion may be adequately documented if it is based on items such as a physical 
examination, symptoms, and the patient's work and social histories. Hoffman v. B&G 
Construction Co., 8 B.L.R. 1-65, 1-66 (1985); Hess v. Clinchfield Coal Co., 7 B.L.R. 1-295, 1-
296 (1984); Justus v. Director, OWCP, 6 B.L.R. 1-1127, 1-1129 (1984).  A “reasoned” opinion 
is one in which the judge finds the underlying documentation and data adequate to support the 
physician's conclusions. Fields, above.  Whether a medical report is sufficiently documented and 
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reasoned is for the judge to decide as the finder-of-fact; an unreasoned or undocumented opinion 
may be given little or no weight. Clark v. Karst-Robbins Coal Co., 12 B.L.R. 1-149, 1-155 
(1989) (en banc). An unsupported medical conclusion is not a reasoned diagnosis. Fuller v. 
Gibraltar Corp., 6 B.L.R. 1-1291, 1-1294 (1984). A physician's report may be rejected where the 
basis for the physician's opinion cannot be determined. Cosaltar v. Mathies Coal Co., 6 B.L.R. 
1-1182, 1-1184 (1984). An opinion may be given little weight if it is equivocal or vague. Griffith 
v. Director, OWCP, 49 F.3d 184, 186-187 (6th Cir. 1995); Justice v. Island Creek Coal Co., 11 
B.L.R. 1-91, 1-94 (1988); Parsons v. Black Diamond Coal Co., 7 B.L.R. 1-236, 1-239 (1984).  
 
 The qualifications of the physicians are relevant in assessing the respective probative 
values to which their opinions are entitled. Burns v. Director, OWCP, 7 B.L.R. 1-597, 1-599 
(1984). More weight may be accorded to the conclusions of a treating physician as he or she is 
more likely to be familiar with the miner's condition than a physician who examines him 
episodically. Onderko v. Director, OWCP, 14 B.L.R. 1-2, 1-6 (1989). However, a judge “is not 
required to accord greater weight to the opinion of a physician based solely on his status as 
claimant's treating physician. Rather, this is one factor which may be taken into consideration in . 
. . weighing . . . the medical evidence . . .” Tedesco v. Director, OWCP, 18 B.L.R. 1-103, 1-105 
(1994).   Factors to be considered in weighing evidence from treating physicians include the 
nature and duration of the relationship, and the frequency and extent of treatment.  In appropriate 
cases, a treating physician’s opinion may be give controlling weight, provided that the decision 
to do so is based on the credibility of the opinion “in light of its reasoning and documentation, 
other relevant evidence and the record as a whole.”  20 CFR § 718.104(d) (2003). 
 
 In the instant case, the treatment records consistently assess Mr. Horne as suffering from  
coal worker’s pneumoconiosis.  Dr. Mack and Dr. Motos, whose records are detailed and 
extensive, diagnose coal worker’s pneumoconiosis, as well as detailing Mr. Horne’s significant 
lung disease throughout their years of treating Mr. Horne.  Their treatment records also reflect 
knowledge of Mr. Horne’s smoking history.  Dr. Piriz, Mr. Horne’s cardiologist, also recorded 
Mr. Horne’s chronic obstructive pulmonary disease and chronic bronchitis.  During Mr. Horne’s 
numerous hospitalizations, chronic obstructive pulmonary disease and coal worker’s 
pneumoconiosis are listed, not as part of Mr. Horne’s past medical history, but as a primary 
diagnosis of a condition for which Mr. Horne was being hospitalized, on all except three 
occasions.  Dr. Iosif, a pulmonologist consulted during Mr. Horne’s final illness, also assessed 
terminal advanced coal workers’ pneumoconiosis. 
 
 Dr. Abernathy found coal worker’s pneumoconiosis in 1983, as did Dr. Taylor in 1984.  
Dr. Fino, who reviewed medical evidence on more than one occasion, also found coal worker’s 
pneumoconiosis to be present.   Dr. Robinette examined Mr. Horne in 1997, finding coal 
worker’s pneumoconiosis to be present, as well as a severe chronic obstructive pulmonary 
disease as a consequence of his coal mine work.  In 1998, Dr. Forehand  found the disease to be 
present, further finding a significant respiratory impairment to be present which was due to 
cigarette smoking and coal mine dust inhalation. 
 
 Dr. Motos completed the death certificate, listing coal worker’s pneumoconiosis as a 
cause of death.  Dr. Perper, who reviewed the medical evidence post-mortem, found that Mr. 
Horne suffered from coal worker’s pneumoconiosis.   
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 In contrast, three of the doctors who reviewed medical evidence on behalf of the 
Employer said that Mr. Horne did not have pneumoconiosis.  Dr. Tuteur found that Mr. Horne 
was not suffering from clinically significant or physiologically significant coal worker’s 
pneumoconiosis, although he did note that Mr. Horne had chest radiographs which were most 
often interpreted as consistent with the disease.  Drs. Bush and Spagnolo, who also reviewed 
medical evidence on behalf of the Employer, also found the disease to be absent.   
 
 The conflicting medical opinions must be weighed to resolve the contrary conclusions.  
After weighing all of the medical opinions of record, I resolve this conflict by according greater 
probative weight to the opinions of those physicians who found coal worker’s pneumoconiosis to 
be present.  In so doing, I note that all of the physicians, except for Dr. Tuteur, found Mr. Horne 
to have been suffering from a pulmonary condition.   Drs. Spagnolo and Bush attributed his 
pulmonary condition to smoking alone.  Yet all of the doctors who examined or treated Mr. 
Horne, even those who examined him on behalf of the Director and the Employer, agreed that he 
had pneumoconiosis.  The opinions that Mr. Horne had pneumoconiosis find support in the 
objective medical evidence, including many of the x-ray readings.  Numerous B-readers and/or 
board-certified radiologists, including Drs. Cunningham, Milner, Gaziano, Robinette, Forehand, 
Lippman, and DePonte found the x-rays they read to be positive for pneumoconiosis.  Based 
upon Mr. Horne’s treatment records and the preponderance of medical opinions, including that 
of Dr. Fino, who agreed that Mr. Horne suffered from a pulmonary condition arising out of coal 
mine employment, I find that pneumoconiosis has been established pursuant to 20 CFR § 
718.202(a)(4).  In so doing, I find that the reports of those physicians who found pneumoconiosis 
to be present to be better-reasoned and better-documented, and accordingly, worthy of the 
greatest weight.  The contrary evidence is insufficient to outweigh the evidence which 
establishes the existence of the disease.   
 

Causal Relationship Between Pneumoconiosis and Coal Mine Employment 
 
 The Claimant must next establish that Mr. Horne’s pneumoconiosis arose out of coal 
mine employment.  20 CFR § 718.205(a)(2) (2003).  The Act and the regulations provide for a 
rebuttable presumption that pneumoconiosis arose out of coal mine employment if a miner with 
pneumoconiosis was employed in the mines for ten or more years.  30 U.S.C. § 921(c)(1); 20 
CFR § 718.203(b).    Mr. Horne was employed as a coal miner for thirty-four years, and is 
therefore entitled to the presumption.  I find that the presumption is not rebutted by the evidence 
of record, and therefore conclude that Mr. Horne’s pneumoconiosis was caused by his coal mine 
employment. 
 

Death Due to Pneumoconiosis 
 
 Finally, in order to be entitled to benefits, the Claimant must also establish that Mr. 
Horne’s death was due to pneumoconiosis.  20 CFR § 718.205(a)(3) (2003).  In this respect, I 
find the opinions of Drs. Perper, Iosif and Motos, supported as they are by the treatment records 
and the report of Dr. Forehand, sufficient to establish that pneumoconiosis contributed to the 
severe pulmonary condition with which Mr. Horne was afflicted, and which resulted in his death. 
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 I do not find that the medical opinions of Drs. Bush, Spagnolo and Fino effectively rule 
out the role played by Mr. Horne’s thirty-four years of underground coal mine dust exposure.  
Thus, while Dr. Fino conceded that Mr. Horne had pneumoconiosis, and that Mr. Horne died a 
pulmonary death, he maintained that the sole contributor was cigarette smoking.  He appears to 
have largely discounted the many findings of fibrosis in x-ray interpretations without 
explanation.  He also said, moreover, that he could not rule out coal worker’s pneumoconiosis as 
having contributed to Mr. Horne’s chronic obstructive pulmonary disease.  Drs. Bush and 
Spagnolo failed to adequately explain how they could rule out coal mine dust exposure as a 
factor, given the record herein.  Dr. Forehand’s medical opinion is most persuasive in his 
rationale regarding the etiology of Mr. Horne’s pulmonary condition, finding that both cigarette 
smoking and coal mine dust exposure combined to injure Mr. Horne’ lungs.  Dr. Perper’s 
opinion is also compelling in its rationale as to why the evidence supports the conclusion that 
coal mine dust exposure contributed to Mr. Horne’s lung disease, and contributed to his death. 
 
 In sum, Mr. Horne was a coal miner for 34 years.  He also smoked cigarettes for 20 years, 
½ to one pack per day.  He quit smoking about three years before he left the mines.  The record 
establishes a history of treatment for severe lung disease which progressively worsened, and 
eventually caused his death.  There are chest x-ray readings positive for coal workers’ 
pneumoconiosis, as well as objective laboratory data which reveal a significant pulmonary 
impairment.  The vast majority of physicians found that Mr. Horne suffered from a severe 
pulmonary condition, and all of the physicians who examined or treated him agreed that coal 
dust contributed to his pulmonary impairment.  Taking into account the definition of legal 
pneumoconiosis, there is no compelling reason given by any physician to rule out coal mine dust 
inhalation as a factor in Mr. Horne’s lung disease and death.   Taking all of these considerations 
into account, I find that the Claimant has established that Mr. Horne’s death was caused by coal 
mine dust exposure pursuant to 20 CFR § 718.205(c) (2003).  
 

Date of Entitlement 
 
 In the case of a survivor of a miner whose death was due to pneumoconiosis, benefits 
commence as of the month of death, which in this case was February 2002. 
 

FINDINGS AND CONCLUSIONS REGARDING ENTITLEMENT TO BENEFITS 
 

 The Claimant has met her burden to establish that her husband’s death was due to 
pneumoconiosis, and she is therefore entitled to benefits under the Act. 
 

ATTORNEY FEES 
 

 The regulations address attorney’s fees at 20 CFR §§ 725.362, 365 and 366 (2003).  
Claimant’s attorney has not yet filed an application for attorney’s fees.  Claimant’s attorney  is 
hereby allowed thirty days (30) days to file an application for fees.  A service sheet showing that 
service has been made upon all parties, including the Claimant, must accompany the application.  
The parties have ten days following service of the application within which to file any 
objections.  The Act prohibits the charging of a fee in the absence of an approved application. 
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ORDER 
 
 The claim for benefits filed by Nora L. Horne on February 28, 2002, is hereby 
GRANTED. 
 

       A 
       Alice M. Craft 
       Administrative Law Judge 
 
 
 
NOTICE OF APPEAL RIGHTS:  Pursuant to 20 CFR § 725.481 (2003), any party dissatisfied 
with this decision and order may appeal it to the Benefits Review Board within 30 days from the 
date of this decision and order, by filing a notice of appeal with the Benefits Review Board at 
P.O. Box 37601, Washington, DC 20013-7601.  A copy of a notice of  appeal must also be 
served on Donald S. Shire, Esq. Associate Solicitor for Black Lung Benefits.  His address is 
Frances Perkins Building, Room N-2117, 200 Constitution Ave., NW, Washington, D.C. 20210. 
 


